). This is -the first patient to be reported from this country. Table 1 lists the most commonly described features. The fiequent ocurence of affte sbings suggests a recessive mode of in i. Fa to reCOognize the syndrome in female who have normal extemal genitia may account for the apparent prpnd_ n of m;a^.
Our investigations showed no metabolic disorder apart from asymptomatic fasting hypoglycnia which, unl*e the case rorted by Ruvalcaba et al. (1968) , was corrected by glucagon. The skin pallor, abnormal sweating, pupil response to 2-5% methacholine and the bilateal ptosis indicate a alized autonomic disorder who precise nature we were unable to determine. This feature had not been previously described as part of the syndrome. A 6-year-old boy developed rubella followed on the third day by purpura, on the fourth day by hm turia and thrombocytopenia, on the eighth day by epistaxis, hwmatemesis, headache and coma. His breathing stopped, he was intubated and put on a ventilator. He had trnsient hypotension and died on the eleventh day, despite fresh blood, steroids and splenectomy.
Necropsy: Cerebral adema with small h3morrhages and necrosis of anterior pituitary without leucocytic infiltation or fibrin thronbi. Cells with big biza nulei were seen in the anterior pituitary, bone marrow, lung and lymph nodes.
The pituitary in thi case differs from that seen io Sheehan's syndrone (Sheehan 1937) , in allrgic adrenohypophysitis as seen in experimental animals (Levine 1967) or in humans (Goudie & Pinkerton 1962 , Hume & Roberts 1967 .
There are no specific histological features of human rubella infection; however, in tissue culture cytopathic changes simulate those found in this child.
Mild Hyperparathyroidism in a Girl aged 10 Years 6 Months S C Latham MRCP (Institute ofChildHealth, Hammersmith Hospital, London)" D de G, girl born 19.1.58. West Indian History: This girl first complained of mild abdominal pain, occasional vomiting, and severe constipation at the age of 9. Her constipation was so unusual and severe that we estimated the plasma calcium, which was 12-0 mg/100 ml. Gradually all her symptoms resolved spontaneously and during the months before the exploration of her neck she felt well and her bowel actions were normal.
She had been given cod liver oil 500 i.u. daily but this was stopped three months after the onset of her symptoms.
Her parents and sisters were well and showed no biochemical abnormality. On examination her height remained on the 75th percentile throughout the period of observation. She was normotensive and there was no corneal calcification. Investigations: During eighteen months' observation there was sustained hypercalcwmia, mean value 12-4 mg/100 ml; low plasma inorganic phosphate, mean value 3-0 mg/100 ml; and very high urinary calcium, mean value 320 mg/100 ml. An initial hydrocortisone suppression test at the age of 9+ showed a clear fall of the plasma calcium, but when repeated at the age of 10+ there was no suppression of the hypercaltemia.
Plasma vitamin D levels were normal, there was no hypersensitivity to vitamin D (10,000 i.u. calciferol daily for ten days). Sarcoidosis was excluded by a normal liver biopsy, a negative Kveim test and a positive Mantoux test.
When she was 10+ Mr Selwyn Taylor explored her neck and examined all four parathyroid glands. The right lower, which contained a small adenoma, was removed. She made an uneventful recovery and has remained normocalcaemic with a normal urinary calcium. 
Comment
Although there are descriptions of 39 children under the age of 16 with proven parathyroid adenoma (Fanconi & Mieth 1967) , we have found only one other description of a child who had only moderate hypercalcwemia and neither radiological bone disease nor renal involvement. He was a boy of 154 found to be hypertensive at routine examination and subsequently to have a serum calcium of 13 mg/100 ml (Chaves-Carballo & Hayles 1966) .
Considerable difficulty was experienced in establishing this diagnosis in the face of mild hypercalctmia that was initially suppressed by hydrocortisone. The diagnosis was supported first by the basal phosphate excretion index, which was raised when compared with normal girls of her age. Later a bone biopsy showed increased osteocytic osteolysis when compared with a post-mortem biopsy of a specimen from another girl of the same age. Finally, a repeat hydrocortisone suppression test failed to lower the plasma calcium. The value of these tests in childhood is discussed elsewhere (Latham et al. 1969) .
Therapeutic Problems of Adolescent Homocystinuria M S Parkinson MB DCH (for J R Harper MRcP DCH) (General Hospital, Northampton) J D, boy aged 11 This patient showed the classical features of homocystinuria, including iridodonesis, ectopia lentis, skeletal and joint changes, and high complexion. Inferior vena caval thrombosis with pulmonary infarction occurred two years ago following chickenpox. He showed marked emotional lability. IQ 70. Elevation of plasma homocystine (2-5 mg/100 ml), methionine (3-8 mg/100 ml) and urinary homocystine (85 mg/ 24 h) confirmed the clinical diagnosis.
Effective reduction of plasma homocystine has been variously achieved by combining a low methionine intake with supplemental cystine and a methyl donorbetaine or choline (Perry et al. 1968) or by independent oral administration of pyridoxine (Barber & Spaeth 1967) or folic acid (Carey et al. 1968 ). Unfortunately, dietary treatment in our patient was not successful. The unpalatability of the food regimnen soon led to dietary indiscretions. The need for regular hospital attendances for plasma and urine monitor-
